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Influence of BRCA2 on Breast Cancer Stem Cells and the Underlying Mechanism. Zhang Junhong, Yang Jing, Wang Chunhua, et al.
Department of Pathology ,Xingtai Eye Hospital ,Hebei 054000 , China

Abstract Objective To explore the influence of breast cancer suscepbility gene 2 (BRCA2) on cancer stem cells of epithelial
breast cancer and the underlying mechanisms especially the related to Notch signaling. Methods Using our previously established retro-
virus — based RNAi vectorpMSCVneo/eGFP — U6, we synthesized the interfering vector and control vector to silence the BRCA2 in MCF7
cells. After single — cloned cell being selected, Western blot was performed to detect the silencing effect. Sphere forming assay was used
to measure the potential alteration of cancer stem cells after silencing BRCA2. Clone forming assay was done to observe the alteration of
proliferation ability when BRCA2 was downregulated. Western blot of Notchl and Notch4 were carried out to analyze the potential mecha-
nism of the alteration of cancer stem cells after silencing BRCA2 in epithelial breast cancer. Results The vector — containing mock and
BRCA2 - silencing sequence were confirmed correct. Compared with mock cells, downregulation of BRCA2 was obvious in BRCA2 - si-
lenced MCF7 cells. The number of cancer stem cells increased in BRCA2 — silenced MCF7 cells; the proliferation ability elevated in
BRCA?2 - silenced MCF7 cells, and Notchl expression was upregulated in BRCA2 — silenced MCF7 cells. No Notch4 expression was found
in BRCA2 - silenced MCF7 cells. Conclusion The potentiality to form cancer stem cells was increased in MCF7 cells when the BRCA2
gene was silenced,and Notchl ( but not Notch4) upregulation may underline this alteration.

Key words BRCA2;Breast cancer;Cancer stem cell; Notchl
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